either cases of bacillary dysentery or of celiac disease. The youngest case of genuine sprue he had seen in Ceylon was a boy aged 13 years; but he was not of pure European parentage, and the youngest he had seen since that time was a boy of 18 who contracted the disease in Java. Sir Patrick Manson, too, who had first described the disease in Hong-Kong, had always averred that he had seen only one case in a child, that of a boy aged 12 years. In wellmarked cases of sprue in young people, there should be no great difficulty in differentiating it from cceliac disease, and Dr. Miller had already emphasized the chief points in the differential diagnosis. Sprue was essentially a disease of adult life, and appeared to be specially likely to attack those who had been long resident in the endemic area; it was this fact that led Manson originally to make his famous pun, that " the noun ' Sprue ' was but the past participle of the verb to ' spree."' The disease often appeared first in its typical form in people who had left the tropics for good; sometimes it made its appearance one year after residence in England, and sometimes fifteen years or longer, and it must be assumed that the virus of the disease, whatever it might be, was capable of lying latent and harmless in the human body for this very great length of time. Another curious point was the predilection of the disease for the European, and, as had been frequently pointed out, the darker the skin, the less liable was its possessor to develop the disease. Certainly sprue also occurred in dark-skinned natives, but he had yet to see a case in the full-blooded negro. The third peculiarity of this mysterious disease was its geographical distribution; it was a disease begotten and engendered in the tropics, yet it did not seem to occur (commonly at any rate) in Central Africa. These were points for consideration in regard to a disease which still remained one of the mysteries of tropical medicine.
Dr. HAMILTON FAIRLEY agreed with the diagnosis of tropical sprue. The residence of six years in (Ceylon, the absence of any illness suggestive of celiac disease in childhood, the typical tongue, the distended abdomen with gaseous fatty stools, and the megalocytic aneemia all supported this diagnosis. Furthermore, after leaving the tropics, a latent period (six months in this case) was not uncomimon before sprue manifested itself, while the response to treatment was typical. On a high-protein, low-fat, low-carbohydrate diet and adequate doses of liver extract, patients with tropical sprue now recovered with almost mathematical precision.
Owing to the youthfulness of the patient (1 years) this case was very important, as sprue was exceedingly rare in children; it would be valuable if information concerning the glucose-tolerance curve and total blood-calcium could be added to the important data already given.
Mongolism and Achondroplasia in Twin Brothers.-C. P. LAPAGE, M.D.
The mother is a young primipara, healthy except for high blood-pressure (146) and shows no sign of endocrine gland deficiency. She has no resemblance to a mongol. The family history was negative for achondroplasia. Twin E., ( fig. 1) It will be noted that, whereas the spine has grown 2' in., the limbs have grown much less in proportion. The head also shows a considerable-increase.
There are many references to mongolian twins in literature, and a very full list can be found in Brousseau and Brainerd's book, but I have not been able to trace any references to the occurrence of the combination of mongolism and achondroplasia, though one or both of twins may be achondroplasic. In Brousseau and Brainerd's book Jansen is qu'oted as calling attention to the fact that besides tl]e results of direct pressure, mongolism shows dwarfism of other parts. He says:-"The mongoloid idiot is undersized . . . the extremities of the mongoloid idiot show some or all of the characteristics of the achondroplast. Thus, an intimate relation appears to exist between mongolian idiocy and achondroplasia.
Warner reports a case of achondroplasia in a twin, and Pritchard an atypical case of achondroplasia in another twin. I am much indebted to Dr. R. S. Paterscn, President of the Section of Radiology, for his interest and care in -oreparing the skiagrams. His report is as follows:
"It was possible to get radiograms of the achondroplasiac twin at the age of nine weeks and it is of interest that the typical changes in the long bones were recognizable at that time.
At the age of three months further radiograms were taken with a control child of the same sex and age (fig. 3 ). These are reproduced alongside and the contrast is well rnarked. Tt shows the very considerable shortening of the long bones. In the affected child the lengths of the humerus and femur were 4-5 cm. and 6 cm. against lengths of Achondroplasic.
Normal .  FIG. 3. 7*5 cm. and 11 *2 cmi. respectively. The delay in the commencement of ossification centres is also well shown. Whereas in the normal child centres are present for the greater tuberosity and the capitellum of the humerus, and well-developed centres for the lower end of the femur and the upper end of the tibia, in the achondroplasiac no epiphyseal centres are yet visible. It is interesting to note that the width of the bone-i.e., the sub-periosteal bone formationis unaltered in the two cases.
Two other typical radiological appearances are also visible particularly in the femora, i.e., the tendency to " bowing " of the shaft and the increased width, and more particularly the increased density of the diaphyseal side of the epiphyseal space.
The only skeletal changes visible in mongolism are the shortening of the thumb and little finger-chiefly the middle phalanx, and the delay and irregularity of the formation of the epiphyseal centres generally but particularly in the hand where double and pseudo epiphyses are common. Unfortunately it was not possible to show these changes at so early an age." I BIBLIOGRAPHY.
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On examination.-The infant is not jaundiced, and appears healthy except for the very large abdomen (circumference 18 in.) and slight eversion of the umbilicus.
There is a firm, smooth mass extending from beneath the costal margin to halfway between the umbilicus and' the pubis and distending the right loin. The sharp lower margin can readily be felt above the pubis. When examined under an anaesthetic (5.10.33), the whole mass appeared to be an almost uniformly enlarged liver, although the left lobe was more mobile than the right. It was not possible to distinguish the spleen. Liver puncture was unsuccessful in obtaining sufficient tissue for examination.
